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[Abstract] Objective To discuss the effect of CD151 and QRD mutant on Rac/cdc42 pathway and the angiogenesis capabili-
ties and vascular stability. Methods Human umbilical vein endothelial cells (HUVEC) lines were transfected (pAAV-CDI151,
pAAV-CD151-QRD, pAAV-anti-CD151) by plasmid liposome-mediated transfection, HUVECs cells were divided into control
group,CD151 group,CD151-QRD group,and anti-CD151 group. Lumen formation on Matrigel was used to evaluate the angiogene-
sis capacity and stability of neovascularization in different times. The levels of CD151,Rac and cdc42 protein were tested by Western
blot. Results CDI151 expression in endothelial cells was significantly higher in CD151 group (1. 86=40. 15) than that in the control
group(0. 9040, 06) , with statistical difference(P<C0. 01),but had no statistical difference between CD151 group and CD151-QRD
group (1.7540.16,P>>0. 05) ,and it was significantly lower in anti-CD151 group (0.51=£0.06) than that in CD151 group. There
was no significant difference in angiogenesis capabilities between CD151 and other groups at 12 hours(P>>0. 05) , the angiogenesis
differed in each group at 36 hours. CD151 groups’ matrigel angiogenesis was significantly higher than other groups’,and blood ves-
sels could not be maintained in other groups at 72 hours. High expression of CD151 could promote higher expression of Rac and cdc
42 protein than the CD151-QRD group and the anti-CD151 group. Conclusion CD151 promotes the activation of Rac and cdc 42
signaling pathway,and promotes angiogenesis and the maintenance of stability in vitro angiogenesis.
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